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to normal control group (P < 0.01); S0 1 group and the
normal control group were no signiﬁcant difference
(P > 0.05); S0 1 group and S2 4 group were signiﬁcantly
different (P < 0.01); S0 1 group and end stage of cirrhosis
group were signiﬁcantly different (P < 0.01); S2 4 group
and end stage of cirrhosis group were signiﬁcantly
different (P < 0.01).
2. The correlation analysis between serum HBVDNA and liver
ﬁbrosis stage. There was no correlation between HBVDNA
level and liver ﬁbrosis stage (r = 0.140, P > 0.05).
3. The correlation analysis between serum HBVDNA and
AT1R mRNA. There was no correlation between HBVDNA
level and AT1RmRNA (r = 0.014, P > 0.05).
4. AT1 protein and AT1RmRNA are weakly or not expressed in
normal liver tissue, but are both obviously up-regulated in
ﬁbrotic or cirrhotic tissue, and the expressing intensities
are closely related to the degrees of ﬁbrotic stages.
Therefore, Ang II and AT1R through RAS activation could
play an important role during the onset and development
of liver ﬁbrosis.
5. Serum HBVDNA levels are neither related to ﬁbrotic
stages nor related to the expressions of AT1mRNA in
liver tissue.
OL-018 Efﬁcacy of interferon for chronic hepatitis B
patients with normal or paranormal ALT
Z. Liu *, J.Z. Guo, Y.Z. Lin, Y.J. Zhang, Z.W. Lang. Beijing
Ditan Hospital, Beijing, 100015, China
Background: It is difﬁcult to determine whether chronic HBV
infection patients with normal or paranormal ALT should to
be treated. Manifold factors should be considered befor
initiating antiviral therapy. Especially, liver biopsy may be
necessary for some cases. We reported Interferon treatment
for 4 cases with normal or paranormal ALT but in which liver
histologic exam showed G2 4 and/or S3 4.
Methods: 4 patients were male with an average age of
28 years (20–35). Mean ALT was 46.7 IU/L (36–59) and
HBVDNA level was 3--5 log10 copies/ml. Two patients were
HBeAg positive; one patient was both negative for HBeAg
and anti-HBe and one patient was anti-HBe positive. Liver
biopsy histological examination showed G2 in 3 patients,
G3 in 1 patients, S3 in 3 patients and S3--4 in 1 patient.
4 patients were treated with IFN-alpha (3 5 million IU,
3 times a week). Liver biopsy was taken after 1 year
treatment. In one patient, 8 extra months IFN and adefovir
combination therapy was taken and liver biopsy was taken
after combination treatment.
Results: All patients got normal Alt after 1 year treatment.
HBVDNA was undetectable in 3 patients. 2 patients with
initial positive HBeAg cleared HBeAg. But 3 patients still
were anti-HBeAg negative after 1 year treatment.Liver
biopsy histological examination after 1 year treatment
showed change fromG4 S3 4 to G2 S2 3 in 1 patient;
fromG2 S3 to G3 S4 in 1 patient and no change in the
other 2 patients.
Conclusions: All 4 patients we investigated are young and
with low HBVDNA level, normal or paranormal ALT, and
severe liver inﬂammation and ﬁbrosis in liver histology. Usu-
ally, antiviral treatment in chronic hepatitis B patients with
normal or paranormal ALT is not so effective. However, little
is known about the regimen and effect of antiviral treatment
in these patients with normal ALT but severe inﬂammation
and ﬁbrosis in histological examinations. In these 4 patients,
IFN was initially used. Though ALT and HBVDNA improved
after 1 year treatment, histological improvement is not
satisfying. 1 patient’s improvement in liver histology may
be due to seroconversion before Interferon therapy. For this
patient, Adefovir was added after 10 months of interferon
therapy. After 8 months of combination therapy we did liver
biopsy again. The other 3 patients were HBeAg negative,
but HBeAb were also negative, liver biopsy was taken 1year
later without combination of nucleoside analogs. Patients
were followed for further study.
HE×10 Masson×10
Case 1, Pre-treatment; G2, S3.
Case 1, Post-treatment; G3, S4.
HE×10 Masson×10
Case 2, Pre-treatment; G4, S3 4.
Case 2, Post-treatment; G2, S2 3.
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Objective: To investigate the effect of small interfering
RNA targeting connective tissue growth factor (CTGF) on
rats TGF-b/Smads signal.
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Methods: Chemically synthetic siRNA targeting CTGF was
transfected into HSC T6 and injected into rats’ liver by
intraportal vein, and meantime these rats also received
carbon tetrachloride (CCl4) by subcutaneous injections
every three days for 6 consecutive weeks, untreated HSC
T6 or/and rats with random siRNA treatment as control.
Total RNA or/and protein in HSC T6 and rats hepatic tissue
were extracted respectively. The expression of CTGF and
TGF-b1, Smad2, 3 and 7 mRNA were detected by means
of reverse transcription-polymerase chain reaction (RT-PCR)
and/or Western blot respectively.
Results: CTGF siRNA signiﬁcantly reduced the expression
of CTGF protein in HSC T6. At 48 h after CTGF siRNA
treatment, the down-regulation of CTGF protein was the
most signiﬁcant, up to 94±4% (t = 46.1961, p < 0.01), but
the expressions of TGF-b1, Smad2, 3 and 7 mRNA have
no different in HSC T6 compared with blank control.
Six weeks after CCl4 injection, prominent upregulations
were observed in the gene expressions of CTGF and
transforming growth factor-b1 (TGF-b1) in saline or control
siRNA-treated rats livers. Administrating CTGF siRNA for six
weeks, by contrast, markedly attenuated the induction of
CTGF and TGF-b1 genes, the expression of CTGF and TGF-
b1 protein decreased by 95±2% (F = 21.234, p < 0.01) and
74±8% (F < 13.4643, p < 0.05), respectively, whereas Smad2,
7 proteins expression were not affected.
Conclusion: Silence of CTGF gene could have repreesion
role of TGF-b/Smads signal in rats liver.
OL-020 Sustained and high expression of hHGF in mice
following repeated hydrodynamic injections of
naked plasmid
C.L. Zhu*, R.T. Gao, Y. Li. Department of infectious
disease, afﬁliated provincial hospital of Anhui medical
university, Hefei 230001, Anhui province, China
Objective: To construct human HGF expression vector
(pCMV-hHGF) and characterize sustained expression of pMD-
hHGF in vivo by repeated hydrodynamic injections.
Methods: Total RNA was extracted from human liver,
cDNA was obtained by reverse transcription, hHGF cDNA
was ampliﬁed and cloned into pMD18-T vector and the
sequence were ensured by retriction endonucleases and
sequencing assay. hHGF gene was dissected from pMD-hHGF
and recloned into pcDNA3.0. pCMV-hHGF was analyzed by
restriction endonucleases to ensure the orientation. After
the plasmid was transfected into mouse livers by repeated
hydrodynamic injections, we collected plasma and livers of
mouse at the different time point, and then detected the
expression of hHGF by ELISA.
Fig. 1. Construction process of recombinant vector pCMV-
hHGF
Fig. 2. Enzymatic digestion analysis of recombinated
plasmid. 1: DNA maker; 2: pCMV-hHGF + XbaI + BamHI;
3: pMD-hHGF + XbaI + BamHI; 4: PCR ampliﬁcation product
(2187bp).
Fig. 3. The level of Plasma hHGF detected by ELISA.
Fig. 4. The level of liver hHGF detected by ELISA.
